It is part of the human commensal flora, which colonizes gastrointestinal, mucocutanous, and genitourinary areas in nearly 80% of healthy individuals 2 . However, when host immune defenses are disrupted, severe invasive disease such as candidaemia can ensue 3, 4 . One of the most important virulence factors that contribute to C. albicans pathogenesis is its ability to switch, reversibly, between yeast to filamentous (hyphal) forms 3 . The hyphal form of C. albicans is thought to be intricately related to its pathogenesis, with some studies showing that it is necessary for tissue destruction and invasion 3, [5] [6] [7] .
C. elegans is a soil-dwelling nematode that has been used in biomedical science for over 30 years; however its use for studying microbial pathogenesis is more recent. C. elegans provides an excellent balance between complexity and logistic ease, as well as having significant ethical and financial advantages over mammalian infection models [8] [9] [10] . C. elegans has a fast generation time: it grows up to 1 mm in length and can produce genetically identical progeny in a 3-day life cycle 11 . The worm has been successfully used to uncover host immunity and virulence of pathogens similar to that implicated in human or other animal models during disease.
C. elegans is a natural host to various pathogens including Microbacterium nematophilum, Drechmeria coniospora, Nematocida parisii, while it has also been used as model host for many pathogenic fungi including Cryptococcus neoformans 12 , Histoplasma capsulatum 13 , and most recently Penicillium marneffei 14 .
Although it has been challenging to find an appropriate non-mammalian model to study the role of filamentation in the pathogenesis of C. albicans, Breger and colleagues developed the C. elegans model to perform in vivo studies of C. albicans pathogenesis and antifungal compounds 15 . Using a standard feeding assay, C. albicans were ingested by adult C. elegans worms, and then worms were transferred into liquid media. C. albicans established a persistent complex subunit (Sam37), which were both shown to have an impact on C. albicans virulence 16, 17 . The Sam37 results were also confirmed using a mammalian infection model.
Our group has also extended the use of C. elegans to study polymicrobial infections 18 . Our results have revealed interesting interactions between two diverse and clinically important organisms, the bacterium Acinetobacter baumannii and the fungus C. albicans.
We showed that A. baumannii inhibits the ability of Candida to form filaments in C. elegans. This attenuates the virulence of Candida as determined by reduced C. elegans killing 18 .
C. elegans is a powerful model system to study host pathogen interactions and has excellent predictive value for microbial pathogenesis in mammalian models. It is widely used for illustrating mechanisms of virulence in diverse pathogenic organisms including the human fungal pathogen C. albicans, enabling the identification of novel mechanisms that would not necessarily be determined using in vitro assays. His group has expertise in the use of non-mammalian model systems to study microbial pathogenesis.
